TwO DISTINCT features characterize the pathological entity of chronic pancreatitis, acinar destruction and fibrous tissue formation, the final stage of which is a destroyed and densely sclerotic pancreas. Some degree of dilatation and stricture of the pancreatic ducts is often present, in some cases associated with pancreatic calculi. Sarles and his colleagues (Sarles, Muratore & Sarles, 1961; Sarles et al., 1965) have shown that both aetiologically and pathologically chronic pancreatitis differs from and is a most infrequent sequel to acute pancreatitis. Not only can a pathological distinction between these entities be made but the prognosis differs in the two since in the absence of complications such as pseudocyst or abcess restitution of both structure and function frequently follow elimination of the cause in acute pancreatitis whereas chronic pancreatitis is a self perpetuating and often progressive disease. Howat (1966) has published a working classification of pancreatitis (Table 1) . It is particularly important to distinguish relapsing chronic pancreatitis from relapsing acute pancreatitis. Not only can the distinction be made on an anatomical basis, but also in the clinical assessment of patients the distinction remains valid since the permanent pancreatic dysfunction which is a feature of chronic pancreatitis can be assessed by pancreatic function tests (Burton et al., 1960a; Howat, 1963 Howat, , 1965 . It is important to differentiate these two conditions in clinical practice since the management and prognosis of relapsing chronic pancreatitis and relapsing acute pancreatitis differ in important respects.
Incidence
Chronic pancreatitis is an uncommon disease. In a series of fifty-four cases observed in Manchester Royal Infirmary cases are found equally in males and females (Fig. 1) . It can present throughout life. The population falls into two main groups, a younger age group in the third decade in which women with calcified pancreatitis are well repre-sented (Fig. 2) and an older age group in the fifth and sixth decades, possibly over-estimated since this peak may include a few cases more properly described as pancreatic atrophy. No cause found 28
Aetiology
The incidence of chronic alcoholism as a factor which causes chronic pancreatitis varies in different countries. A decade ago it was relatively insignificant in Britain but it has become more prominent in recent years as a determining cause of chronic pancreatitis in males, but not in females. The incidence of biliary tract disease is probably exaggerated in Table 2 since it is not known in all cases why cholecystectomy was performed. In twenty-eight of the fifty-four cases no cause was demonstrated; in the group no familial cases or cases secondary to hyperlipidaemia were detected. Clinical features In those rare cases in which chronic pancreatitis is painless (Table 3) it is only in the late stages when pancreatic insufficiency becomes manifest that symptoms obtrude. As the disease progresses, glycosuria and hyperglycaemia become permanent features and the stools are fatty and contain excess nitrogen. They may be associated with pancreatic calculi (Table 4) . Asthenia, food intolerance and emaciation supervene, and frequently in a patient demoralized by a long and painful illness addiction to alcohol and opiates is difficult to control. Typically the course of chronic pancreatitis is punctuated by painful episodes (Table 5 ). The pain in chronic pancreatitis may be characteristic or it may prove to be confusing to the clinician, this largely because of its variable site and character. A full description of pancreatic pain has already been given (Howat, 1963 (Howat, 1963) . Complications Not only is it necessary to be aware of the aetiological factors which may lead to chronic pancreatitis, but a recognition of the complications may provide a clue to the diagnosis (Table   6 ). In this table the incidence of duodenal ulcer (Table 7) . (Burton et al., 1960b reatitis is a reduced maxirmal bicarbonate concentration and reduced bicarbonate output following a standard submaximal dose of secretin and in somes cases a reduced enzyme output following pancreozymin is obtained (Fig. 3) . When duct obstruction is present, either due to stone or stricture or cancer blocking the pancreatic duct a diminished volume results. This important finding is a major factor in determining whether operation is indicated in chronic pancreatitis. It
has not yet been proved that maximal stimulation of the pancreas with secretin adds additional information commensurate with the added cost and discomfort to the patient. The secretin-pancreozymin test interpreted in its clinical context distinguishes chronic pancreatitis from acute pancreatitis, above all the relapsing forms. In chronic pancreatitis it also indicates the presence of obstructive pancreatitis. This essential information is not only important in diagnosis but also provides a guide to the treatment and prognosis of the individual patient.
